For the purpose of this study, vitamin D deficient rickets was defined as having an International Classification of Diseases, Ninth Revision, Clinical Modification (ICD-9-CM) (1 ) code of 268.0 (active rickets), 268.9 (unspecified vitamin D deficiency), or 268.2 (unspecified osteomalacia) combined with a low serum 25-hydroxy-vitamin-D level (below laboratory reference range) and one or more of the following radiographic changes: osteopenia, widening of growth plates, fraying and cupping of the metaphysis, or craniomalacia. Severe PEM was defined as codes 260 (kwashiorkor), 261 (nutritional marasmus), or 262 (severe protein calorie malnutrition) combined with one or more of the clinical signs: edema, nonspecific dermatitis, thinning and streaking of hair, inadequate growth (below the fifth percentile weight-for-height), or weight loss.
To identify rickets and PEM cases among children aged 6 months-5 years, GDHR and CDC reviewed hospital discharge records for January 1997-June 1999, and confirmed cases by medical record review. Cases determined to have nutritional causes were evaluated through telephone interviews with parents, guardians, or attending physicians to assess the child's diet (e.g., use of alternative milk beverages and vitamin supplements) and time spent outdoors. Among children aged 6 months-5 years residing in Georgia during January 1997-June 1999, case findings and Georgia census data (2 ) suggest that five per one million children were hospitalized with vitamin D deficient rickets and two per million were hospitalized with severe PEM.
Forty cases were identified; 11 were rickets and 29 were severe PEM. Five rickets cases and 24 PEM cases were associated with metabolic disorders from congenital (n=seven) or genetic (n=12) abnormalities, premature birth (n=seven), or chronic diseases (n=three). Two children had disorders associated with chronic infectious diseases. Six cases of rickets and three cases of PEM were associated with primary nutritional deficiency. Interviews were conducted with a parent or guardian for three of the children with rickets and two with PEM. Of the remaining four cases, two families declined an interview and two could not be located.
The six children with rickets were male and age 8-21 months. Three children had skin complexions ranging from light to dark brown. The annual income level of two families was $30,000-$49,999; two families' income level was $10,000-$29,999; and the income level of two families was unknown. During this investigation, vitamin D deficient rickets was reported in a child aged 17 months who drank a soy beverage containing no vitamin D. This child also received a multivitamin supplement (30% of the recommended dose) 1 month before hospital admission. Six children received breast milk until age 8-20 months; none of the children received routine vitamin D supplementation while breast feeding. Two children were exposed to six and 21 hours of sunlight per week, respectively, one child "did not receive much sunlight," and two children received "minimal sunlight." Sun exposure was unknown for one child.
Three children with severe PEM and one child with kwashiorkor were age 6-22 months at diagnosis. The child with kwashiorkor drank a rice beverage with a low protein content. One family reported $30,000-$49,999 annual income; the income level of two families was unknown. Two children had eczema attributed to food allergies. Concern about allergies led to diet restrictions and subsequent PEM. Editorial Note: Rickets and severe PEM are rare in Georgia, and each can be prevented through adequate nutritional intake. Rickets is caused by vitamin D deficiency and severe PEM by severe protein and energy (caloric) deficiency (3, 4 ) . Vitamin D is obtained from dietary sources or is synthesized in the skin by the action of ultraviolet (UV) light on the cholesterol precursor 7-dehydrocholesterol (7-DHC). Melanin in skin competes with 7-DHC for UV light, thus decreasing vitamin D synthesis (3 ) . The vitamin D content of human milk is low (approximately 22 IU/L) (5 ). However, among most breast-fed infants, the combination of breast milk and sunlight exposure provides sufficient vitamin D. AAP recommends 400 IU per day vitamin D supplementation for breast-fed infants whose mothers are vitamin D deficient or for those infants not exposed to adequate sunlight (5, 6 ) . Skin complexion, environmental conditions, use of sunscreen, and the risk for developing skin cancer (7, 8 ) complicate the determination of adequate sunlight.
The findings in this study are subject to at least two limitations. First, the extent of rickets in Georgia probably was underestimated because the study was limited to hospitalized children. Rickets and PEM are not reportable diseases, and no surveillance system or national rates exist for these conditions. ICD-9-CM codes alone do not distinguish nutritional deficiencies from other causes of rickets. Second, the parents of four of the nine children were not interviewed.
AAP is examining the recommendation for vitamin D supplementation among breastfed infants. In addition, efforts are under way to assess the frequency of malnutrition associated with commercial or homemade alternative beverages. During January-July 2000, 109 persons were diagnosed with pneumonia by chest radiograph in group practice A (the largest outpatient practice in the county), compared with 21 persons in the same practice during January-June 1999. A case was defined as an acute infiltrate consistent with pneumonia on a chest radiograph in a person aged 2-49 years with illness onset during January-July 2000. Medical records were abstracted to collect demographic and clinical information.
Following recognition of the outbreak, throat and nasopharyngeal swab specimens were collected from acutely ill persons who agreed to be tested. During early June, specimens from seven case-patients underwent polymerase chain reaction (PCR) testing for bacterial pathogens and for viral culture at CDC. Acute and convalescent serum specimens were available from six patients (including five of the seven patients for whom PCR was performed and one patient for whom PCR testing was not performed); these paired serum specimens were tested at CDC for antibodies by the Remel test. The paired serum specimens also were tested for complement fixation (CF) antibody titers to respiratory viruses and M. pneumoniae at the CDPHE laboratory.
Ninety-one patients had illness that met the case definition; 64 (70%) had illness onset during April-July (Figure 1 ). The median age was 11 years; 59 (65%) were aged 5-14 years, and 52 (57%) were male. Records of 77 (85%) patients were reviewed. Symptoms included cough (77 [100%]), fever (72 [94%]), sputum production (44 [57%]), and abnormal lung auscultation findings (54 [70%]). Three (3%) patients were hospitalized.
All eight patients tested had laboratory evidence of M. pneumoniae infection. Specimens from four patients were positive by PCR and the Remel test and had a fourfold rise in CF titers; two patients were positive by PCR alone (serum not collected); one patient had a positive Remel test and two convalescent-phase CF titers >1:128, consistent with recent infection (PCR not performed); and one patient had a positive Remel test and two convalescent-phase CF titers of 1:32, consistent with recent infection (PCR negative). PCR testing for nucleic acid of Chlamydophila pneumoniae was negative as was viral culture and serologic testing for viral respiratory pathogens, including influenza and respiratory syncytial virus. In mid-June, CDPHE, in conjunction with the county public health nursing service, notified local health-care providers that M. pneumoniae had been confirmed by laboratory testing and provided information about the illness, including appropriate antibiotic treatment and treatment of symptomatic close contacts. Local media reports provided the community with similar information. Editorial Note: M. pneumoniae is a common cause of acute respiratory tract infections (e.g., pharyngitis, tracheobronchitis, and pneumonia), especially in school-aged children. Although some infections can be fatal, most illnesses attributed to M. pneumoniae are relatively mild, and pneumonia caused by Mycoplasma rarely results in hospitalization (1, 2 ) . Outbreaks can occur in closed settings (e.g., institutions and summer camps) or can occur as communitywide epidemics (3, 4 ) . Communitywide epidemics often may not be recognized (5 ) .
The highest incidence rates of pneumonia caused by Mycoplasma are among children aged 5-9 years followed by children aged 10-14 years (6 ). Children aged 2-4 years have higher rates than adults, although M. pneumoniae accounts for a low proportion of all pneumonias in this age group for which viral and other bacterial etiologies predominate (6 ) . During outbreaks, the estimated frequency of pneumonia among school-aged children with M. pneumoniae infection has been 10%-19% (4,6 ). The incubation period for Mycoplasma is approximately 3 weeks (7 ). High rates of transmission have been documented within families, with a high proportion of secondary cases involving lower *n=91. Week of Onset Cases respiratory tract infection (7, 8 ) . In a study of community spread, transmission of Mycoplasma within schools was relatively low compared with spread within families; clustering of infections also occurred among neighborhood playmates (9 ) .
The findings in this report are subject to at least four limitations. First, case ascertainment was conducted at only one of several medical practices in the affected community. Second, case ascertainment included only cases of pneumonia rather than the broader spectrum of acute respiratory illness that probably was occurring. Third, determination of the beginning of the outbreak was not possible with available data. Fourth, laboratory testing was performed only during a limited portion of the outbreak because acute isolates were available for only a fraction of possible patients following recognition of the outbreak. A portion of the cases, especially those occurring earlier in the outbreak, may have been attributed to other agents such as influenza and respiratory syncytial virus. However, because of the relatively mild nature of the symptoms, the prolonged duration of the outbreak, the occurrence of cases among school-aged children, and the laboratory results, M. pneumoniae was most likely the cause of the outbreak.
Definitive diagnosis of M. pneumoniae traditionally has depended upon isolation of M. pneumoniae or a fourfold rise in CF antibody titers between acute-and convalescentphase serum specimens collected 4 weeks apart; isolation may require several weeks and acute and convalescent titers often are difficult to collect. Single elevated CF antibody titers are of limited use for clinical diagnosis. Although the CF and Remel tests both indicated Mycoplasma infection on the six paired serum specimens tested, the Remel test is now preferred because of its improved specificity. PCR testing of oropharyngeal or nasopharyngeal swabs offers more sensitive and rapid diagnosis of acute M. pneumoniae infections; however, this test is not widely available (10 ) .
Macrolides and tetracycline are the antimicrobials of choice for Mycoplasma infections. Tetracycline should not be used for children aged <8 years because it may cause permanent dental discoloration. Prophylactic antimicrobial therapy with azithromycin substantially reduces the secondary attack rate in institutional outbreaks (3 ) . No data support routine chemoprophylaxis during community outbreaks of M. pneumoniae.
Evaluation of clusters or outbreaks of acute respiratory illness may be important to determine appropriate treatment of infected persons and appropriate control measures, including use of chemoprophylaxis. The possible etiologic agents depend on the predominant acute respiratory syndrome observed (i.e., prolonged or paroxysmal cough, bronchitis, influenza-like illness, pneumonia, and rapidly progressive pneumonia). As demonstrated in this outbreak, factors such as the population affected, incubation period, and clinical features may suggest a particular agent and help to guide laboratory testing. CDC can assist local, state, and territorial health departments with the investigation of acute respiratory disease outbreaks of unknown etiology.
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